Second, the finding that AAs are atherosclerotic on autopsy examination is not unexpected-so are syphilitic aneurysms and long-standing poststenotic dilatations. The geometry of an aneurysm predisposes to disturbances of flow with boundary layer separation, turbulence, and reversed flow,9 and, of course, these factors are associated with atherosclerotic degeneration.
The authors make an additional point worth noting. They observe that aortic dissections are probably ''age related," because the peak incidence drops once the "pool of susceptible individuals has been exhausted." By implication, they suggest that AAs are not age related with a pool of specifically susceptible individuals, because the incidence does not reach a peak in their sample. However, in a study of the prevalence of AAs in a large autopsy series from Sweden, the prevalence appears to peak and then decline after age 80.10 Although prevalence data based on autopsies may always be criticized for potential selection bias, the same criticism could be raised about the use of autopsy data in the present study.
Beginning with anecdotal reports of familial clustering of AAs in 197711 and 1980,12 a series of approximately 15 reports beginning in 1984 and continuing to the present leaves little doubt that there must be an important genetic susceptibility factor in the disease. About 20% of AA patients will be aware of another first-order relative with the disease13; if male siblings over age 55 are screened by ultrasound, approximately 20-30% will be posi- 
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